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Abstract : Objective
Methods

To investigate the effects of quercetin on proliferation and migraton of HepG2 cells and its mechanism.
HepG2 cells in logarithmic growth phase were cultured. The influence of quercetin on the growth of HepG2 cells was an-
alyzed by MTT test. The cell migration change after adding quercetin was observed by the scratch test. Western blot assay was a-
dopted to detect the expression change of Ras GTPase-activating-like protein(IQGAP1) in HepG2 cells after quercetin treatment.
Results After adding quercetin for 24 h or more time, HepG2 cells turned to circle,fell down from wall, and proliferated slowly.
The MTT test showed that quercetin inhibited HepG2 cells proliferation in a time- and dose-dependent manner. Western blot
showed that after adding quercetin, the expression of IQGAP1 in HepG2 cells was obviously decreased. Conclusion Quercetin can

obviously inhibit the proliferation and migration of HepG2 cells to achieve to inhibit the proliferation and transferring of malignant

cells. This ability of quercetin is partly realized through the inhibition of IQGAP1 gene expression.
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